Three anephric patients were studied during sequential periods of normal hydration and overhydration. The increase in arterial pressure caused by the overhydration (+ 7% of body weight) was associated with an increase in peripheral resistance (+ 21.1%, P < 0.01). The elevation of peripheral resistance was preceded by an increased cardiac output (+ 22.3%, P < 0.02) which then fell part way to control levels (+ 13 or more periods of dialysis until a different level of hydration was reached. Basically, the study consisted of normal hydration followed by overhydration, followed again by normal hydration. Arterial pressure and cardiac output were measured, and peripheral resistance values were calculated from these measurements. Changes in circulatory function were correlated with changes in fluid volume.
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Methods
This study was made on three bilaterally nephrectomized patients undergoing chronic hemodialysis, patients who also had chronically implanted A-V shunts of the Scribner type. Weight, arterial pressure, and cardiac output were determined preceding hemodialysis twice weekly. Table 1 gives a summary of patient data.
Intra-arterial pressure determinations were made by connecting part of the patient's shunt, a side-arm connector,* to a Statham strain-gauge transducer and then momentarily stopping shunt flow by compressing the shunt distal to the sidearm connector. Cardiac output was measured by put, and peripheral resistance returned to normal. In the average data from the three patients, decreasing fluid volume and arterial pressure were accompanied by a fall in cardiac output to a value below control level, but this trend was not evident in the data of figure 1 . Average data will be presented later. Figure 2 shows the data of figure 1 replotted to show the relative contributions of cardiac output and total peripheral resistance in elevating arterial pressure as functions of time. The percentage changes were calculated with respect to average control values. The increased arterial pressure was initially caused by increased cardiac output. Peripheral resistance was in fact reduced during this period, but after approximately the 18th day of overhydration, elevated arterial pressure was then maintained primarily by increased peripheral resistance. The relative importance of cardiac output (CO) and the total peripheral resistance (TPR) in elevating arterial pressure (AP). The data was taken from figure 1. Due to the dissimilar lengths of the observation periods, the data from the three patients were arbitrarily divided into five chronological periods and averaged. The results are shown in figure 3 . In conclusion, this study, as well as many others, has shown that the arterial pressure of the anephric patient is very sensitive to fluid volume changes. This sensitivity occurs in the absence of a functioning renin-angiotensin system and is characterized by secondary changes in peripheral resistance following initial changes in cardiac output.
